The superior temporal gyrus (STG) is strongly implicated in the pathophysiology of schizophrenia, particularly with regards to auditory hallucinations. In this study, using in situ quantitative autoradiography in postmortem tissue, we investigated the binding of the 
Introduction
There is strong evidence that serotonin 2 (5-HT 2 ) receptors are involved in the neuropathology and treatment of schizophrenia. There is a clear association between polymorphism of the 5-HT 2A receptor gene and schizophrenia (Abdolmaleky et al., 2004; Ott et al., 2005; Saiz et al., 2007) . Postmortem studies have also shown that 5-HT 2A receptor mRNA is reduced in the dorsolateral prefrontal and anterior cingulate cortices, hippocampus, and striatum in schizophrenia (Burnet et al., 1996; Lopez-Figueroa et al., 2004) . Recently Hurlemann and colleagues revealed that schizophrenia subjects at predromal or at-risk mental states have decreased 5HT 2A receptor densities in the dorsolateral prefrontal and posterior insular cortices, amygdalae, hippocampus and striatum (Hurlemann et al., 2005; Hurlemann et al., 2008) . Autoradiographic binding studies in postmortem tissue have also found a significant decrease in the density of [ 3 H]ketanserin binding to the 5-HT 2A receptor in the prefrontal and planum temporal cortices, as well as the hippocampus (Burnet et al., 1996; Dean and Hayes, 1996; Pralong et al., 2000; Scarr et al., 2004; Matsumoto et al., 2005) . However, some controversial findings have also been reported. For example, a number of studies did not reveal the association between polymorphism of the 5-HT 2A receptor gene and schizophrenia (Verga et al., 1997; Li et al., 2006) . Some earlier PET scan studies did not find any abnormality of 5-HT 2A receptor density in schizophrenia (Trichard et al., 1998; Verhoeff et al., 2000) . A recent PET study in neuroleptic-naïve first episode schizophrenia has found there was no changes in 5-HT 2A receptor binding in the cortical regions, although an increase in the caudate nucleus was detected (Erritzoe et al., 2008) . On the other hand, a postmortem study did not show any changes of [ 3 H]ketanserin binding density in the hippocampus, although it observed a binding decrease in the prefrontal cortex (Matsumoto et al., 2005) .
There is much less information available on the possible pathological roles of 5-HT 2C in schizophrenia. Editing of 5-HT 2C receptor RNA has been reported to be reduced in the frontal cortex (left Brodmann's area 46) in schizophrenia, which indicates a potential alteration of this receptor (Sodhi et al., 2001) . To date, no 5-HT 2C receptor binding study has been performed on postmortem tissue. Therefore, further study is necessary to verify the pathological mechanisms of 5-HT 2A and 5-HT 2C receptors in schizophrenia, particularly to investigate whether alteration of 5-HT 2A receptors occurs in other brain regions involved in the pathology of schizophrenia.
